[Familial amyloidosis].
Familial amyloidosis is characterized by its great clinical and genetic heterogeneity. The most frequent form is amyloidotic neuropathy which may be due to deposits of several amyloid proteins, such as transthyretin, apolipoprotein A1 and gelsolin. Other varieties include predominant lesions of another organ, such as kidney, heart, eye or skin. In most of these lesions, a punctual mutation affects the amyloid protein itself. In other varieties, the amyloid protein is not affected by mutation and, rarely, unknown. The advances achieved in our understanding of transthyretin deposition should improve our knowledge of amyloidosis in general.